). By 5-day and 6-day AEL, the G1/S population in the posterior scrib 1 4 4
RNAi cells showed progressive recovery to a level comparable with that of the anterior 1 4 5 control cells (Figure 2G and 2H) . We also observed a similar pattern of G1/S population 1 4 6 decrease from 4-day AEL scrib mutant tumors and recovery from 5-day scrib mutant 1 4 7 tumors in comparison with the control group ( Figure 2I and 2J) . Notably, flow cytometry 1 4 8 2 7 4 2 7 5
We do not yet know how cells of different proliferative states arise in undifferentiated 2 7 6 scrib mutant tumors. Notably, in flies a class of spindle assembly checkpoint mutations in 2 7 7 combination with apoptosis blockage can induce neoplastic tumor growth (Morais da 2 7 8 Silva et al., 2013) . It is therefore interesting to speculate if the two types of neoplastic 2 7 9 tumor growth might partially share a common basis of generating heterogeneous cells 2 8 0 through genome instability. It is also possible that cells of different states arise from 2 8 1 stochasticity and the differences are amplified through complex feedback loops within 2 8 2 the cell-signaling network. It will be interesting to explore whether and how cell states The clonal scrib mutant cells are eliminated through cell competition when they are 2 8 8 surrounded by wild-type neighbors (Brumby and Richardson, 2003; Vaughen and Igaki, 2 8 9 2016; Yamamoto et al., 2017) . It is noteworthy that the clonal scrib mutant cells are 2 9 0 likely to be in a different state from scrib mutant cells in early homozygous tumors.
9 1
Studies have shown overexpression of Ras V12 , NICD and p35 can effectively block the 2 9 2 clonal scrib mutant cells from apoptosis induced by cell competition (Brumby and 2 9 3 Richardson, 2003; Pagliarini and Xu, 2003) . In our study, we found that overexpression 2 9 4 of Ras V12 , NICD and p35 have little effects in relieving the early scrib mutant tumors 2 9 5 from growth arrest. It will be interesting to profile the clonal scrib mutant cells in the 2 9 6 future and compare how the clonal scrib mutant cells change cell state in response to cell 2 9 7 competition signals. The fly strains used in this study were: scrib 1 FRT82B/TM6B (Bilder et al., 2000) , UAS- Around 50 embryos collected within 3 hours were put in an individual vial of fly food to 3 1 8 avoid crowding and the larvae were raised at 25-degree incubator for appropriate lengths 3 1 9 of time before dissection. Imaginal discs were fixed and stained according to standard 3 2 0 protocols. The primary antibodies used were mouse anti-phospho-Histone3 (1:1000, Cell 3 2 1 Signaling), rabbit anti-Dcp-1(1:50, Cell Signaling), rabbit anti-phospho-drosophila S6 3 2 2 (Romero-Pozuelo et al., 2017) , goat anti-GFP (1:1000, Abcam) and rabbit anti-DsRed 3 2 3
(1:500, Takara). The secondary antibodies conjugated with various Alexa Fluor dyes 3 2 4 (ThermoFisher) were used at 1:500. Phalloidin conjugated with Alexa Fluor dyes 3 2 5
(1:1000, ThermoFisher) and Hoechst (1:10000, ThermoFisher) were used to stain F-actin 3 2 6 and DNA, respectively. For EdU incorporation assay, we labeled the dissected imaginal 3 2 7 discs for 30 min before fixation using the Click-iT TM Plus EdU Alexa Fluor TM 594 Imaing 3 2 8 Kit (ThermoFisher). All images were acquired on a Leica TCS SP8 confocal microscope. References: 
